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CLINICAL EFFECTS. Hypertension with nephrosclerosis of the
benign type may last for years without appreciably affecting the health,
and it is, of course, accompanied by generalised arteriosclerosis with
fibrosis of the media in the muscular arteries. There may be some
polyuria with slight albuminuria or without albuminuria, but there is no
other impairment of renal function or rise in the blood urea. Death
usually occurs not from uraemia but in some other way ; for example,
it may be due to cerebral hsemorrhage and in fact benign hypertension
is the commonest cause of this occurrence. In other cases the hyper-
trophied heart fails and the case becomes one of cardiac decompensa-
tion with oedema, etc. Again, the malignant type of hypertension
may be superadded. Of course, death may occur from intercurrent
affections and the renal lesion may be an incidental finding.
Hypertensive Nephrosclerosis.    (6) Malignant Type.   The
affection usually develops at an earlier period than the ordinary
benign type, often before the age of forty-five. The size of the kidneys
varies but is usually not much diminished, in fact they may be of
normal size. The surface is uneven but usually not definitely granular,
and shows some ill-defined reddish areas or spots due to congestion
and hsemorrhage; on. section similar areas are seen in the cortex,
often running in a perpendicular way. The renal artery and its
branches show marked sclerosis. On microscopic examination severe
arterial lesions are found. The small arteries show great intimal
thickening due to concentric layers of connective tissue ; the lumina
are in consequence much diminished. In the arterioles, in addition
to the usual hyaline and fatty changes in the intima there may be a
fibrinoid necrosis of the walls and a varying amount of necrosis may
extend into the roots of the glomeruli; thrombosis of glomerular
capillaries and actual glomerular infarction may result (Fig. 510). The
glomerular affection is very uneven. In some there is merely an
irregular and intense capillary congestion with a varying amount of
haemorrhage in the glomeruli; secondary proliferation of capsular
epithelium may follow. Albuminuria is present and hyaline droplets
may be abundant in the tubules serving damaged glomeruli; thus the
appearances may closely resemble those in some cases of nephritis
acris. Patches of interstitial change, cellular or fibrotic, are present.
Though recent leucocytic emigration is present we consider this a
secondary phenomenon. The condition as a whole is not mflammatory,
as was at one time believed, but represents a profound disturbance
of the glomerular circulation varying from stagnation in the congested
zones to complete arterial obstruction in the infarcted nephrons. One
other point of importance is that the arterial changes are not confined
to the kidneys but are present in other organs. They vary much in
distribution and extent in different cases, but when severe they bear
a considerable resemblance to the arteriolar lesions of polyarteritis
nodosa (vide infra, also p. 833).
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